(4) Early dialysis to remove isopropyl alcohol (King et al., 1970 Mirza, Hassan and Jordan (1972) , for instance, discussed a 9-year-old boy whose hypoplastic lower abdominal aorta ruptured on the third day after successful resection of a juxtaductal coarctation, his post-operative brachial blood pressure being 170/120 mmHg. Eastcott (1973) reported aortic rupture just above the bifurcation in a 52-year-old man 6 weeks after right hemicolectomy for recurrent starch granulomata, the perforation occurring through an arteriosclerotic ulcer close to an abscess.
Weakness of the aorta, usually presenting as thoracic dissection due to cystic medionecrosis, occurs in the Marfan and Ehlers-Danlos syndromes (McKusick, 1972) . Arterial bleeding is a well documented and frequently lethal complication of the ecchymotic or vascular type of Ehlers-Danlos syndrome (Beighton, 1968) which is characterized by easy bruising, digital joint laxity and a thin, pale, transparent skin through which the subdermal venous plexus is readily seen (Barabas, 1967) . Vascular complications have mainly been reported from male teenagers with 'cigarette paper' skin which bruised and lacerated easily, healed poorly and did not tolerate sutures (Mories, 1960; McFarland and Fuller, 1964; Barabas, 1967; McKusick, 1972) . Adult women, usually with other vascular anomalies, have also had fatal vascular catastrophes (Graf, 1965; Bannerman, Graf and Upson, 1967; Barabas, 1967; Barabas, 1972; Beighton, 1970) . In all these reports (Table 1) (Rybka and O'Hara, 1967; Beighton and Horan, 1969) . Arteriography is likewise hazardous (Schoolman and Kepes, 1967) although successfully undertaken by Rubinstein and Cohen (1964) and Bopp, Hatam and Bussat (1965) . Spontaneous rupture of the aorta in the Ehlers-Danlos syndrome has invariably proved fatal but Barabas (1972) (McFarland and Fuller, 1964) or showing such changes as thinning of the media (Barabas, 1972) , degeneration and hyalinization of collagen (Mories, 1960) or cystic medionecrosis resembling that found in the Marfan syndrome (McKusick, 1972) . Whatever the obvious changes in the media, McKusick (1972) Appendicitis is caused by obstruction of the appendical lumen in over 50% of cases (Collins, 1939) . As caecal neoplasma make up 6-5% of all colonic neoplasma (Hellsten and Ramstrom, 1951) it is, therefore, reasonable to suggest that the association of appendicitis and proximal colonic neoplasm occurs more commonly than the literature would suggest. Several mechanisms have been proposed whereby colonic neoplasia may cause inflammation of the appendix (Table 1) . In previous reports, the most common cause of appendicitis in association with colonic neoplasia is obstruction of the lumen of the appendix by a caecal neoplasm, although lesions causing colonic obstruction may also lead to appendicitis (Miln and McLaughlin, 1969) . The authors have added extralumenal obstruction as they feel that in the case described, obstruction was due to
